Effects of atropine, pirenzepine, imipramine and phenothiazines on the mammalian neuromuscular junction.
1. Trifluoperazine (EC50 = 11.5 nM), chlorpromazine (13.8 microM), imipramine (15 microM), atropine (75.8 microM), and pirenzepine (316.2 microM), all produced neuromuscular facilitation and antagonized the blockade produced by oxotremorine (20 and 30 microM) in the rat isolated diaphragm. 2. These antagonists did not change the responses of curarized diaphragms to direct stimulation, or the twitch tension produced by retrograde injection of acetylcholine. 3. Trifluoperazine (2.5 ng, intra-arterially) reduced the tetanic fade produced by further intra-arterial injection of d-tubocurarine (10 micrograms/kg) in the in situ cat tibial muscle. 4. These results indicate that these antagonists may interact with muscarinic autoreceptors to increase acetylcholine output in the neuromuscular junction.